PRIMARY pneumococcal peritonitis appears to have been a frequently seen presenting feature of the nephrotic syndrome in children prior to the advent of antimicrobial therapy (Barnett & Shibuya, 1954; Fowler, 1957) .
The present report is of a case of primary pneumococcal peritonitis in a boy who was thought to have acute appendicitis and underwent a laparotomy.
Case report
An 11-year-old boy presented with the complaints of vomiting and abdominal pain of 2 days' duration. Prior to the onset of these symptoms, his parents noticed some puffiness of the face and found the boy rather listless and tired. First, he began vomiting frequently and complained of pain in his abdomen. This pain was constant and aggravated by movement. There was no preceding history of sore throat, pyoderma or chest infection. He had no haematuria, arthralgia, headaches or convulsions. On admission, he had not passed urine for about 18 hr.
On clinical examination, his temperature was 101°F, his eyes were puffy and had slight pretibial oedema. He looked toxic and had an erythematous rash on his neck and upper part of the chest and a few erythematous spots on his buttocks. His heart was regular at 140/min; and blood pressure was 125/70 mmHg. The examination of the abdomen revealed generalized tenderness, most marked in the right iliac fossa with muscle guarding and rebound tenderness.
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His bladder was palpable midway between the symphysis pubis and the umbilicus, and on catheterization the urine showed marked proteinuria. His chest was clear and there was no neurological abnormality. A diagnosis of acute peritonitis with nephrotic syndrome was made, but with localized tenderness in the right iliac fossa and muscle guarding, acute appendicitis with perforation could not be excluded.
On the day of admission a laparotomy was performed through a long right paramedian incision and 2 pints of thin, milky fluid was aspirated and the pelvic sediment ofthe peritoneal fluid showed marked fibrinous streaking. His appendix and other organs in the abdominal cavity were normal except for marked enlargement of mesenteric, para-aortic and iliac lymph nodes. The peritoneal cavity was cleaned out and a biopsy of a mesenteric gland was taken, which on histological examination showed 'reactive hyperplasia'.
His haemoglobin was 14-1 g/100 ml; WBC 18,200/mm3 with 80% polymorphonuclear cells and an ESR of 85 mm/hr. Urinalysis showed specific gravity 1030; protein +++, a few erythrocytes, and granular casts, culture was sterile. His blood urea was 43 mg/100 ml and plasma electrolytes were normal. Both peritoneal fluid and a swab from the peritoneal cavity grew pneumococci profusely on culture. Blood cultures were sterile. His throat swab did not grow streptococci and the anti-streptolysin 0 titre was 160 units/ml. The plasma proteins were total 4-1 g/100 ml, albumin 1-2 g/100 ml and on electrophoresis there was increase in alpha2-globulin and decreased albumin and gamma-globulin. His total urinary protein excretion was 7-3 g/24 hr; serum creatinine 0-6 mg/100 ml and creatinine clearance was 63 ml/min. The index of selectivity (IgG/ Transferrin clearance) was 0-06. During the postoperative period, he was given a course of ampicillin. This period was largely uneventful and he made a good recovery. In the initial period his daily urine output was between 500 and 800 ml but this gradually improved with disappearance of the peripheral oedema after small doses of chlorthalidone.
On the basis of the selective proteinuria and his age, nephrotic syndrome was almost certainly due to minimal change glomerulonephritis. This was later confirmed by renal biopsy, which on light microscopy showed normal glomeruli and on electron microscopy typical foot-process changes. The patient was given a course of steroid treatment. He has responded fully to steroids and there has been no evidence of relapse in 4 months since the treatment was discontinued.
Discussion
Primary bacterial peritonitis is well known in children (Ladd, Botsford & Curnen, 1939; Barnett & Shibuya, 1954) . The relationship of primary pneumococcal peritonitis and 'nephrosis' has frequently been documented in the older literature but reports are seen infrequently since the era of antibacterial therapy began. It occurs more commonly in girls than in boys (Fowler, 1957) and it is interesting to note that the above mentioned patient was a male. The cause of relationship of primary pneumococcal peritonitis and 'nephrosis' is still obscure but it has been suggested that the increased incidence among girls may be due to ascending infection in the vaginal tract.
The onset of nephrotic syndrome following pneumococcal pneumonia (Seegal, 1935) and pyoderma (Kaplan et al., 1970) has also been described but the true incidence of primary pneumococcal peritonitis in nephrotic syndrome is not known. Further, it is interesting to note that in the report of 188 cases of nephritis in children described by Gachet (1941) only one case presented with suppurative peritonitis on autopsy. In the outbreak of eighty-nine cases of nephritis in Northamptonshire described by Pleydell (1958) there were no cases of primary peritonitis. It is suggested that in the presence of abdominal pain in the nephrotic syndrome the possibility of primary peritonitis should be considered. 
